Background: Up to 40% of patients with inflammatory arthritis on TNF-α inhibitor (TNFi) treatment fail to respond either due to primary inefficacy or loss of response. One explanation is immunogenicity leading to the development of anti-drug antibodies (ADAb) and subsequent low drug levels. Few data exist on whether such pharmacological tests correlate with treatment response in psoriatic arthritis (PsA). The clinical utility of whether such tests should be incorporated into practice is in question. Objectives: To identify (i) whether the presence of ADAbs/drug levels predict treatment response and disability in TNFi-treated PsA patients (ii) the factors associated with drug levels (iii) a drug level threshold for optimal therapeutic response. Methods: 75 patients were available from the Outcomes of Treatment in PsA Study Syndicate (OUTPASS) [n=49 adalimumab; n=26 etanercept], a national UK prospective observational cohort. Serum samples were collected at 3, 6 and 12 months following initiation of TNFi therapy. ADAbs were measured using radioimmunoassay (RIA) and random (non-trough) drug levels using ELISA assays at 3, 6 and 12 months. Disease activity (DAS28) scores were measured at each visit. Patient self-reported adherence to TNFi was measured at each timepoint. Generalised estimating equation (GEE) was used to test the association between ADAbs and drug levels, both biomarkers and treatment response [as assessed by change in DAS28 score between pre-treatment and 12 months post-treatment ( DAS28)], Health assessment Questionnaire (HAQ) and the association between longitudinal/baseline factors with drug levels. Results: 264 serial samples were suitable for pharmacological testing (n=174 adalimumab; n=90 etanercept). Mean age was 51±12 years; 61% were female; median BMI 28.9 (IQR 26.0-34.9). 20% (n=10/49) of adalimumab-treated patients were positive for ADAbs, but none were detected in etanercept-treated patients. There was no significant association between etanercept drug levels and DAS over 12 months 0.23 Background: Enthesitis is a common clinical finding and a key pathogenic feature in psoriatic arthritis (PsA). Ultrasound is emerging as a preferred method to assess enthesitis. Little is known about the relation between the presence of enthesitis and the severity of joint damage in patients with PsA. Objectives: Our objective was to examine the association between sonographic enthesitis and the severity of radiographic features of damage in the peripheral and axial joints in PsA. Methods: A cross-sectional study was conducted in consecutive patients with PsA. The MAdrid Sonography Enthesitis Index (MASEI) scoring system was used to quantify the extent of sonographic entheseal abnormalities in 12 entheseal sites. Total MASEI was further categorized into: bone scores (enthesophytes, erosions) and soft tissue scores (structural changes, vascularization, bursitis). Radiographic joint damage in the peripheral joints and spine was assessed independently of the ultrasound results using the modified Steinbrocker score, Modified New York Criteria for sacroiliitis and the modified Stoke Ankylosing Spondylitis Spine Score (mSASSS). Additionally, the presence of ankylosis, arthritis mutilans and periostitis in the hands or feet was determined. Linear and logistic regression models were used to assess the association between MASEI score and the radiographic features of joint damage after controlling for age, sex, BMI, PsA duration and the use of DMARDs and biologic medications. Results: 222 patients were included (58% men) with mean (s.d.) age of 55.9 (12.9) years and PsA duration of 16.7 (12.4) years. The mean MASEI score was 15.6 (12.6). The mean modified Steinbrocker score was 18.1 (32.3), mSASSS was 1.7 (7.3) and 37% had sacroiliitis. Multivariate regression analyses found an association between higher scores of MASEI scores and peripheral joint damage: modified Steinbrocker score (β 9.26, p<0.0001), joint ankylosis (Odds Ration (OR) 2.09, p=0.0001) and arthritis mutilans (OR 1.73, p=0.005). The association between MASEI scores and periostitis was of borderline statistical significance (OR 1.29, p=0.06). Similarly, an association was found in multivariate analyses between higher MASEI scores and axial damage as measured by mSASSS (β 1.55, p≤0.0001) and sacroiliitis (OR 1.36, p=0.02). Sub-analysis showed that the MASEI bone score were more strongly associated with radiographic damage outcomes than the MASEI soft tissue score. Conclusions: The severity of sonographic enthesitis is a marker of radiographic peripheral and axial joint damage in PsA. The association was found with both erosive and bone formation lesions. These findings highlight the potential role of enthesitis in the pathogenesis of articular damage in PsA. Conclusions: Clinical inflammatory disease activity, chronification, as well as pain in the absence of inflammation were all identified as important factors explaining 63% of moderate to severe fatigue in the current PsA population. 
